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Paramyxovirinae (family Paramyxoviridae, order Mononegavirales) (Mayo, 2002) .
6
Isolates of NDV are categorized into one of four pathotypes namely apathogenic 
10
The pathogenicity of NDV is mainly determined by the amino acid sequence of the 
26
The F and HN genes of PPMV-1 strains 0.025 and 1.3 were PCR amplified using 
7
After three days, the culture supernatant was harvested and inoculated into 9-11-8 day-old embryonated specific-pathogen-free (SPF) eggs.
10

Haemagglutination (HA) assay, pathogenicity test and re-isolation of virus
11
The HA assay and determination of the intracerebral pathogenicity index (ICPI) in 12 1-day-old chickens was performed as described in the European Community Council is not typical for low pathogenic strains as it also occurs in the velogenic Herts strain
21
( Fig. 1a) . Hence, this residue was not considered a potential virulence determinant. 
5
To date there is no infectious clone available for either strain 0.025 or strain 1.3 6 that could be used to examine the genetic differences found between the two viruses.
7
Therefore we used the infectious cDNA clone pFL-Herts, which was constructed from 
15
A c c e p t e d M a n u s c r i p t 
19
In order to shed light on these observations we wanted to take advantage of the 20 availability of the latter viruses to try and identify additional determinants apparently especially when this mutation is not critical, as apparently is the case in this study.
10
There are several possible reasons for our inability to elucidate the molecular basis 
18
shown that populations with different pathogenicity could not be distinguished either
19
by the consensus sequence or by the average complexity of the mutant spectrum.
20
Furthermore, it has been shown for poliovirus that pathogenicity is not determined by 
5
We would like to stress that the cleavability of the F protein is not a reliable M a n u s c r i p t 20 A c c e p t e d M a n u s c r i p t 1 
